To test the hypothesis that brain activity is modulated by trait social anxiety, we measured the Hurst Exponent (HE), an index of complexity in time series, in healthy individuals at rest in the absence of any social trigger. Functional magnetic resonance imaging (fMRI) time series were recorded in 36 subjects at rest. All volunteers were healthy without any psychiatric, medical or neurological disorder. Subjects completed the Liebowitz Social Anxiety Scale (LSAS) and the Brief Fear of Negative Evaluation (BFNE) to assess social anxiety and thoughts in social contexts. We also obtained the fractional Amplitude of Low Frequency Fluctuations (fALFF) of the BOLD signal as an independent control measure for HE data. BFNE scores correlated positively with HE in the posterior cingulate/precuneus, while LSAS scores correlated positively with HE in the precuneus, in the inferior parietal sulci and in the parahippocamus. Results from fALFF were highly consistent with those obtained using LSAS and BFNE to predict HE. Overall our data indicate that spontaneous brain activity is influenced by the degree of social anxiety, on a continuum and in the absence of social stimuli. These findings suggest that social anxiety is a trait characteristic that shapes brain activity and predisposes to different reactions in social contexts.
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Introduction
According to the Diagnostic Statistic Manual of Mental Disorders -4th edition text revised (DSM-IV-TR), social anxiety disorder (SAD) is a persistent and excessive fear of social or performance situations in which the person is exposed to unfamiliar people or to scrutiny by others (American Psychiatric Association, 2000) .
From a neurobiological point of view, abnormal responses are associated with an altered neural activity in distinct regions, including not only emotion-related ones (Stein et al., 2002; Amir et al., 2005; Gentili et al., 2008) , but also areas involved in social perception and interaction, such as the fusiform gyrus, inferior parietal lobule and dorsolateral prefrontal cortex (Gentili et al., 2008; Hattingh et al., 2012) . A recent narrative review including 48 reports with fairly different experimental designs highlighted a dysfunctional network in SAD that consisted of the amygdala, prefrontal regions striatal regions and parietal areas (Freitas-Ferrari et al., 2010) . The region most consistently reported as affected in SAD was the amygdala, which has been demonstrated to be hyperrecruited while patients are coping with socially relevant stimuli (Stein et al., 2002; Gentili et al., 2008; Hattingh et al., 2012) . Moreover, the degree of social anxiety seemed to correlate with the magnitude of amygdala response to faces both in clinical and non-clinical populations (Killgore and Yurgelun-Todd, 2005; Phan et al., 2006) .
Furthermore, recent studies found that even the patterns of functional (Danti et al., 2010) and effective (Liao et al., 2010b ) connectivity among the above-mentioned neural structures are altered in SAD. Interestingly, functional connectivity patterns are altered not only when patients are confronted with specific "socially threatening" stimuli, but also when they are at rest, that is, in the absence of any stimulation (Liao et al., 2010a) . This abnormal activity at rest suggests that brain functional alterations may be related to trait characteristics that are present independently of any triggers from socially provoking situations.
Trait characteristics are very important aspects in psychological models of anxiety, including social anxiety (Spurr and Stopa, 2002) , and define dimensions varying across a wide range, spanning from healthy individuals to patients. Social anxiety is indeed already recognizable in the common experience of shyness and Contents lists available at ScienceDirect journal homepage: www.elsevier.com/locate/psychresns
